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POSSIBLE ARIBOFLAVINOSIS IN A PREMATURE
INFANT*
STUART SHELTON STEVENSON
A case ofpossible ariboflavinosis in apremature infant is described
here because this deficiency has not been previously reported in this
age group and because thequestion ofthe desirability of complement-
ing the infant's dietary with the vitamin B complex is receiving
increasing attention from pediatricians.
Report of a case
S. M. was born April 1, 1941, one month before the expected date of
confinement. Her Negro father and White-and-Indian mother, both 35
years of age, were well except for a reputed, asymptomatic cardiac enlarge-
ment in the mother. A 10-year and a 12-year-old sibling were well. There
had been no other pregnancies. There was no family disease. The mother's
serology was negative. Social Service investigation disclosed a middle-class
family in no apparent want and on an adequate dietary, so far as could be
determined.
Gestation was uneventful save for temporary vaginal bleeding on January
4, 1941, which subsided spontaneously. Labor was of one hour's duration
with a left occiput posterior presentation; no forceps were used. The infant,
a female premature child, cried spontaneously and seemed to be normal. Her
birth weight was 1990 gm.; the head circumference was 32 cm., the chest
circumference was 28 cm., and the length was 43 cm. The initial temper-
ature of 36.20 C. (97.20 F.) quickly became normal. Physical examination
showed no abnormalities. The Kahn test was negative. Urinalysis was nega-
tive. Blood count on the 25th day of life showed: RBC 3 million; Hgb
13 gm.; WBC 17,900; polymorphonuclear cells 37% and lymphocytes
63%o.
The child was placed in a Hess bed in an air-conditioned room (tempera-
ture 780 F. and humidity 68) and given 1.0 mg. of synthetic vitamin K
(Hykinone) subcutaneously. She received frequent oxygen and carbon
dioxide inhalations with mouth suction as required. Adequate fluid intake
was maintained during the first three days of life by saline clyses. No diffi-
culty with the infant was experienced at any time.
On the second day of life, a mixture of one half skimmed milk (cow)
with 10%o added Dextri-maltose was begun. The mixture is made up from
powdered milk. The initial feeding of 5 cc. every three hours (20 cal.
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per K.) was steadily increased to 35 cc. every three hours (122 cal. per K.)
on the 10th day of life and to 40 cc. every three hours (132 cal. per K.) on
the 21st day of life.
Orange juice was begun on the 8th day (5 cc. with a daily increment
up to 30 cc. each day). Oleum Percomorphum, ten drops each day, was
begun on the 9th day.
The weight dropped to its lowest point, 1875 gm., at the end of the first
week and thereafter gain was satisfactory, with a discharge weight of 2670
gm. at 4y2 weeks of age.
On the 13th day of life, with the baby continuing to eat and gain well
and with no abnormalities of stool or temperature, a narrow, orange-colored
crust ringed the mouth at the muco-cutaneous border. The crust looked like,
and at first was thought to be, dried orange pulp. An unsuccessful attempt
was made to remove it with a piece of gauze.
On the 14th day of life, the yellow crusting was more extensive, forming
a ring of from 2 to 3 mm. in width around the muco-cutaneous area of the
mouth and a tiny, similar area at the right nostril. The lesion appeared
somewhat like the third-day crusting of herpes labialis, but no vesiculation was
ever observed and the absolute symmetry of the orange crusting was unlike
herpes labialis. Cultures taken from the involved area and grown on blood-
agar plates, aerobically and in 10%o carbon dioxide, yielded a Staphylococcus
aureus which fermented mannite.
Riboflavin, 3.0 mg. by mouth per day, was begun on the 15th day of life
when the orange crusting was most extensive; the vitamin was given for
three days. After 24 hours of therapy the crusting had largely disappeared.
No recurrence was noted and no other lesions were ever observed, except a
mild, generalized erythema and peeling of the skin, similar to that seen in most
new-borns. On discharge, at 4!/2 weeks of age, the baby seemed entirely
well.
Comment
Heat-labile thiamin chloride (vitamin B1) may be extensively
destroyed in the boiling of milk, and Dunham2 has suggested its
addition to the list of vitamin complements given the premature
infant. However, possibly because riboflavin (vitamin B2 or G)
was first discovered in cow's milk in 1879 by Blythl and called by
him lactochrome and because it is heat-stable and is not much harmed
by pasteurization or boiling, cow's milk has been considered a
dependable source at all seasons of the year.7 Contrary to general
belief, cow's milk, which is calculated to contain from 1 to 1.5 mg. of
riboflavin per liter,5 and human milk, which is calculated to contain
only from 0.16 to 0.52 mg. perliter,5 are borderline in their satisfac-
tion of the infant's riboflavin needs, if these are considered to be in
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the magnitude of 0.6 mg. of riboflavin for individuals under one
year of age.3
The demands for riboflavin in the premature infant are probably
relatively great because of the rapid growth and the high basal
metabolic rate and in view of the fundamental importance of the
vitamin to growth and to cellular respiration. There is very little
storage of riboflavin in the body and a deficiency might quickly
become evident. Thus, although 20 per cent of the mother's intake
of riboflavin is estimated to be excreted in her milk,4 the supply of
this vitamin remains borderline in the infant's dietary and the need
is great and might easily exceed the supply.
In Sebrell and Butler's pioneer report,6 in which riboflavin defi-
ciency was first described in man and the name "ariboflavinosis" was
suggested for the syndrome, there is pointed out the evidence of
whitened, macerated fissures at the corners of the mouth, extending
downward and "covered with a honey colored crust which could be
scraped off without bleeding." The lesions "resembled perleche"
and were cured with 1 to 2 mg. of riboflavin per day. This "cheil-
osis" has remained the classic sign of ariboflavinosis.
The diagnosis in this patient may be incorrect, but the character-
istic appearance of the lesion and its rapid disappearance (in 24
hours) after administration ofriboflavin suggest ariboflavinosis. The
case is reported in order to encourage similar observations on infants,
particularly prematures.
Conclusion
A case of possible ariboflavinosis in a 1990-gm. premature baby
on the 13th day of life is reported.
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